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Abstract
Background:  Epidemiologic studies of the association between alcohol consumption and carotid artery
structure have reported conflicting results. We investigated the association between alcohol consumption and
carotid atherosclerosis by evaluating the effects of alcohol intake on carotid artery enlargement.
Methods: The study population consisted of 4302 community-dwelling Koreans (1577 men and 2725 women)
aged 50 years and over. All the subjects had participated in the baseline survey of the Dong-gu Study conducted
between 2007 and 2008. Daily alcohol consumption was determined by the number and frequency of alcoholic
beverages consumed. We measured common carotid artery intima-media thickness (CCA-IMT), common carotid
and bulb IMT (CB-IMT), carotid plaques, and the diameter of the common carotid artery (CCA-diameter) using
high-resolution B-mode ultrasonography. We used analysis of covariance and multiple logistic regressions to
determine the relationship between alcohol consumption and carotid artery parameters.
Results: CCA-IMT and CB-IMT were negatively correlated with alcohol consumption after controlling for
cardiovascular risk factors in men (p for linear trend = 0.009 and = 0.038, respectively). The multivariate-adjusted
odds ratio (OR) for carotid plaques was significantly higher in men who consumed >40.0 g/d (OR = 1.81, 95% CI
= 1.13-2.91), although a significant positive correlation was observed between alcohol consumption and carotid
plaques (p for linear trend = 0.027). Neither carotid IMT nor carotid plaques were correlated with alcohol intake
in women. Alcohol intake was positively correlated with CCA-diameter adjusted for carotid IMT and plaques in
the multivariate-adjusted model in both sexes (p for linear trend <0.001 for men and 0.020 for women).
Conclusion: The results of our study indicate that alcohol consumption is inversely related to carotid IMT and
positively related to carotid plaques in men, but not women. However, alcohol intake is positively associated with
CCA-diameter in both men and women. Additional large population-based prospective studies are needed to
confirm the effects of alcohol consumption on carotid artery structure.
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Background
Cumulative epidemiologic evidence indicates a J-shaped
or a U-shaped association between alcohol consumption
and cardiovascular disease morbidity and mortality [1-4].
Light to moderate drinking (1 or 2 drinks daily for men
and 1 drink daily for women) is associated with cardiovas-
cular protective effects, whereas excessive alcohol intake
(>2 drinks daily) results in poor health outcomes [3,4].
High-resolution B-mode ultrasonography can detect
changes in the arterial wall structure, including intima-
media thickness (IMT), atherosclerotic plaque, and arte-
rial diameter. Carotid IMT is a surrogate marker for sub-
clinical atherosclerosis and a strong predictor of future
cardiovascular events such as myocardial infarction and
stroke [5-8]. Because carotid IMT can be measured safely,
simply, and noninvasively using high-resolution B-mode
ultrasonography, the technique is being increasingly used
as an endpoint in epidemiological and intervention stud-
ies. Several studies have investigated the effects of alcohol
consumption on carotid artery structure, but the results
have been conflicting. Some studies have found an associ-
ation between alcohol consumption and carotid IMT and
carotid plaques [9-13], whereas others reported no rela-
tionship between alcohol intake and carotid atherosclero-
sis [14-16]. Moreover, few studies have investigated the
relationship between alcohol intake and carotid artery
enlargement [16-19] and thus the effects of alcohol con-
sumption on the structure of the carotid arterial wall
remain unclear.
The objective of this study was to investigate the relation-
ship between alcohol consumption and carotid athero-
sclerosis. We evaluated the effects of alcohol intake on
carotid arterial diameter in a cross-sectional study of sub-
jects aged 50 years and older.
Methods
Subjects
The study population consisted of 4302 community-
dwelling Korean men and women aged 50 years and over.
The subjects were participants in the baseline survey of the
Dong-gu Study conducted between 2007 and 2008. The
Dong-gu Study is an ongoing prospective study that was
designed to investigate the prevalence, incidence, and risk
factors for chronic disease in the urban elderly. We used
the national resident registration to identify potential par-
ticipants. In total, 17670 eligible subjects (7905 men and
9765 women) aged 50 years and over, who resided in five
town in the Dong-gu district of the Gwangju Metropolitan
City of South Korea, were invited by telephone to partici-
pate. Of these, 4302 subjects (1577 men and 2725
women; response rate, 24.3%) underwent clinical exami-
nations following interviews. The response rate of women
(27.9%) was significantly higher than that of men
(19.9%), but no significant mean age difference existed
between the men and women who participated and those
who did not. Two hundred and ten subjects were excluded
from the study because of missing information about
alcohol consumption or poor ultrasonographic images of
their carotid artery parameters. In total, 4092 subjects
were included in the study (1492 men and 2600 women).
The present study was conducted in accordance with the
Declaration of Helsinki guidelines, and informed consent
for the procedure was obtained from each subject. The
study protocol was approved by the institutional review
board of Chonnam National University Hospital.
Alcohol consumption
Alcohol intake was assessed using a structured interview,
including four questions. The following two questions
were used to determine the current drinking status of the
study population: "Prior to the date of this study, have
you ever drunk alcoholic beverages?" and "Do you pres-
ently drink alcoholic beverages (in the 12 months prior to
this interview)?" Participants who answered "no" to both
questions were classified as never-drinkers (lifetime
abstainers). Participants who answered "yes" to the first
question and "no" to the second question were classified
as former drinkers. Current drinkers were defined as par-
ticipants who answered "yes" to both questions. Current
drinkers additionally answered two related questions:
"On a day when you do drink alcohol, how many drinks
do you usually have?" and "How often do you have a
drink containing alcohol, per month?" The amount of
ethanol consumed per day was calculated from the aver-
age number of alcoholic beverages consumed. Because
'soju' is the most widely consumed traditional beverage in
South Korea, the average amount of alcohol for each bev-
erage type was converted into the corresponding equiva-
lents of soju (1 unit of soju = 10 g of ethanol) using an
alcoholic beverage conversion table. We divided partici-
pants into six categories on the basis of daily alcohol con-
sumption. The categories for men were never, former, 0.1-
10.0 g/d, 10.1-20.0 g/d, 20.1-40.0 g/d, and >40.0 g/d and
for women were never, former, 0.1-5.0 g/d, 5.1-10.0 g/d,
10.1-20.0 g/d, and >20.0 g/d.
Carotid ultrasonography
Two trained technicians who were blind to the subject
groups evaluated the carotid artery structure in all partici-
pants using high-resolution B-mode ultrasound
(SONOACE 9900, Medison, Seoul, Korea) equipped with
a 7.5 MHz linear array transducer. Images of the common
carotid artery (CCA), carotid bulb, and internal carotid
artery were used to evaluate IMT, plaque, and arterial
diameter. A single trained reader analyzed the frozen
images using SigmaScan Pro Version 5.0.0 (SPSS Inc., Chi-
cago, IL, USA) according to a standardized protocol. The
ultrasound parameters used in this study were CCA-IMT,
CB-IMT, carotid plaques, and diameter of the common
carotid artery (CCA-diameter). IMT was determined as the
distance from the media-adventitia interface to theBMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
Page 3 of 10
(page number not for citation purposes)
intima-lumen interface on the far wall in a region free of
plaques. Between the carotid bulb origin and a point 10
mm proximal to the common carotid artery on the longi-
tudinal view (10 mm in length), we performed multiple
(two to five) measurements to determine the maximal
IMT of the CCA. The maximal value of two to five meas-
urements was determined as 'the maximal IMT value of
the left/right CCA.' We also performed multiple (two to
five) IMT measurements between the origin of the carotid
bulb and the origin of the internal carotid artery to deter-
mine the maximal IMT of the carotid bulb. The maximal
value of two to five measurements was determined as 'the
maximal IMT value of the left/right carotid bulb.' Finally,
'CCA-IMT,' defined as the average of the maximal values
of both CCA and 'CB-IMT,' defined as the average of the
maximal values of the four arterial segments, including
the CCA and bulb of the left and right carotid artery, was
used for analysis. Higher CCA-IMT was defined as CCA-
IMT ≥ 1.0 mm [20]. The reader also assessed the presence
of carotid plaques--defined as focal structures that
encroached into the lumen by at least 100% of the sur-
rounding IMT value. The presence of carotid plaques was
determined from the scans of the carotid artery segments
included in the study (common, bulb, and internal
carotid artery). The presence of carotid plaques was
recorded if at least one lesion was detected in any seg-
ment. CCA diameter was defined as the distance between
the near wall periadventitia-to-adventitia interface and
the far wall adventitia-to-periadventitia interface at a
point 10 mm proximal to the beginning of the dilation of
the carotid bulb (bulb origin) in a longitudinal view. We
evaluated consecutive images of the carotid artery during
a 10-s phase (video clip) and stored images of the mini-
mum common carotid artery diameter, representing end-
diastolic phase. Two ultrasonography technicians con-
ducted repeated ultrasound examinations in 189 subjects
to ensure measurement reproducibility. The correlation
coefficients for between and within examiner variability
were 0.86 and 0.90, respectively for CCA-IMT and 0.87
and 0.95, respectively, for CCA-diameter. The kappa coef-
ficients were 0.76 for between-examiner agreement and
0.85 for within-examiner agreement.
Covariates
We collected information on each subject's medical his-
tory and lifestyle characteristics using standardized ques-
tionnaires. Smoking status classifications were current
smokers, former smokers, and never-smokers. Physical
exercise was assessed by asking the frequency of recrea-
tional activity and exercise over 30 min during a week.
Physical exercise was categorized as none (0-1 time per
week), irregular exercise (2-4 times per week), and regular
exercise (5 or more times per week). All participants
underwent a standardized physical examination per-
formed by experienced research staff. Anthropometric
measurements were conducted in light clothing and with-
out shoes. Height was measured to the nearest 0.1 cm, and
weight was measured with a standard scale in the upright
position to the nearest 0.1 kg. Body mass index (BMI) was
calculated as weight (kg) divided by height squared (m2).
Waist circumference was measured to the nearest 0.1 cm
at the midpoint between the lower border of the rib cage
and the upper hip bone (iliac crest) during expiration.
Blood pressure was measured after at least 5 min rest in
the sitting position with an appropriate size cuff on the
right upper arm using a standard mercury sphygmoma-
nometer (Baumanometer; WA Baum Co., Inc., Copiague,
NY, USA). Three readings of systolic and diastolic blood
pressure were recorded at 1-min intervals and the average
was used in the analysis. Hypertension was defined as
systolic blood pressure ≥140 mm Hg or diastolic blood
pressure ≥90 mm Hg, or use of antihypertensive drugs.
Blood samples taken from the antecubital vein were col-
lected from each subject in the morning after a 12-h over-
night fast. Serum was separated from the samples within
30 min and stored at -70°C until use for analysis. Serum
total cholesterol, high-density lipoprotein (HDL) choles-
terol, triglyceride, and fasting blood glucose levels were
analyzed using the enzymatic method. Enzyme activities
for gamma-glutamyl transpeptidase (GGT) and aspartate
aminotransferase (AST) were measured using commercial
reagent kits (Daiichi Pure Chemicals, Tokyo, Japan). All
samples were measured using an automatic analyzer
(model 7600 chemical analyzer; Hitachi Ltd., Tokyo,
Japan). Diabetes was defined as a fasting blood glucose
level  ≥126 mg/dl or use of medication for diabetes.
Hypercholesterolemia was defined as a total cholesterol
level ≥240 mg/dl or use of lipid-lowering drugs.
Statistical analysis
All analyses in this study were performed separately for
men and women because of the differences in the amount
of alcohol consumed and sex-specific differences in alco-
hol metabolism. Demographic and clinical characteristics
of the study population were expressed as the mean ±
standard deviation or as a ratio based on the alcohol con-
sumption categories. Carotid artery measurements of
CCA-IMT, CB-IMT, and CCA-diameter were expressed as
the mean ± standard error of the mean. We used analyses
of variance (ANOVAs) to determine statistical differences
in the continuous variables and chi-square tests to deter-
mine significant differences in the discrete variables. The
relationship between alcohol consumption and the
carotid artery parameters was tested using an analysis of
covariance (CCA-IMT, CB-IMT, CCA-diameter) or a mul-
tiple logistic regression analysis (higher CCA-IMT, carotid
plaques). After excluding former drinkers, alcohol con-
sumption categories were treated as a continuous variable
to test for a linear trend in the relationship between alco-
hol intake and carotid artery parameters. All statistical
analyses were performed using SPSS software
version 15.0.BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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Results
Characteristics of the study population
Of the 4092 subjects analyzed, 1492 (36.5%) were men
and 2600 (63.5%) were women. The mean age of the men
in this study was 66.7 ± 7.6 years (range 50-88 years), and
the mean age of the women was 64.8 ± 8.1 years (range
50-90 years). Within the study population, 69.4% of men
and 32.9% of women were current alcohol drinkers,
whereas 16.6% of men and 60.7% of women did not
drink. The average amount of alcohol consumed in grams
per day was 12.9 ± 23.1 g/d for men and 1.3 ± 4.8 g/d for
women. Demographic and clinical characteristics of the
study population and the categories of daily alcohol con-
sumption are shown in Table 1 for men and Table 2 for
women.
Alcohol consumption and carotid IMT parameters
The relationship between alcohol consumption and the
carotid IMT parameters of CCA-IMT, CB-IMT, and higher
CCA-IMT are shown in Table 3 for men and Table 4 for
women. CCA-IMT was significantly greater in men (0.779
± 0.156 mm) than in women (0.731 ± 0.142 mm), and
CB-IMT was also significantly greater in men (0.847 ±
0.139 mm) than in women (0.789 ± 0.132 mm). In men,
CCA-IMT had a significant negative correlation with alco-
hol consumption in an age-adjusted and multivariate-
adjusted model (p for linear trend = 0.028 and <0.001,
respectively) (Table 3). In addition, CB-IMT was inversely
related to alcohol consumption in the age-adjusted and
multivariate-adjusted analysis in men (p for linear trend =
0.018 and 0.001, respectively). Alcohol intake was
inversely related to CCA-IMT and CB-IMT in models con-
trolling for HDL cholesterol (p for linear trend = 0.009
and 0.038, respectively). When subjects were divided into
two groups according to CCA-IMT (higher CCA-IMT ≥ 1.0
mm and lower CCA-IMT <1.0 mm), we observed a signif-
icant decrease in the prevalence of higher CCA-IMT with
alcohol consumption in men (p  < 0.001). The age-
adjusted and multivariate-adjusted odds ratio (OR) of
higher CCA-IMT was significantly lowered by alcohol
intake in men (p  for linear trend = 0.007 and 0.001,
respectively). The inverse relationship between alcohol
consumption and higher CCA-IMT was also observed in
the analysis adjusted for HDL cholesterol (p  for linear
trend = 0.004). Multivariate analysis using higher CCA-
IMT confirmed an independent adverse relationship
between alcohol consumption and carotid IMT. However,
in women, alcohol consumption was not associated with
CCA-IMT or CB-IMT in age-adjusted, multivariate-
adjusted, or HDL cholesterol-adjusted analyses. In addi-
tion, no association was found between alcohol intake
and higher CCA-IMT in women (Table 4).
Alcohol consumption and carotid plaques
The prevalence of carotid plaques was positively corre-
lated with daily alcohol intake in men, although the cor-
relation was not statistically significant (Table 5). A
significant positive correlation was observed between
alcohol consumption and carotid plaques in the age-
adjusted, but not the multivariate-adjusted, analysis in
Table 1: Characteristics According to Alcohol Consumption in Men (n = 1492)
Categories of Alcohol Consumption
Never
(n = 248)
Former
(n = 208)
0.1-10.0 g/d
(n = 638)
10.1-20.0 g/d
(n = 152)
20.1-40.0 g/d
(n = 114)
> 40.0 g/d
(n = 132)
p*
Age, y 68.8 ± 7.7 68.8 ± 7.8 66.1 ± 7.3 65.6 ± 7.6 65.4 ± 6.8 64.2 ± 7.7 < 0.001
BMI, kg/m2 23.3 ± 3.1 23.5 ± 2.9 23.8 ± 2.6 24.2 ± 2.6 24.3 ± 2.8 23.9 ± 2.9 0.003
WC, cm 86.0 ± 8.7 86.8 ± 8.3 86.7 ± 7.2 88.4 ± 7.2 89.5 ± 7.6 87.9 ± 8.0 < 0.001
SBP, mm Hg 122.2 ± 15.5 121.5 ± 15.9 122.0 ± 16.1 123.8 ± 13.1 124.9 ± 16.1 126.8 ± 16.5 0.012
DBP, mm Hg 71.7 ± 8.4 71.3 ± 9.4 72.5 ± 9.9 73.5 ± 8.2 76.5 ± 10.0 75.7 ± 11.0 < 0.001
FBG, mg/dL 107.6 ± 24.8 111.3 ± 27.6 109.4 ± 24.9 112.1 ± 21.4 111.7 ± 21.6 117.6 ± 30.8 0.007
Total cholesterol, mg/dL 179.1 ± 37.0 173.4 ± 35.0 182.6 ± 35.5 180.3 ± 33.5 192.5 ± 40.2 180.1 ± 38.8 < 0.001
HDL cholesterol, mg/dL 47.5 ± 11.3 45.2 ± 10.5 49.0 ± 11.6 50.5 ± 11.8 53.7 ± 14.7 54.6 ± 16.0 < 0.001
Triglycerides, mg/dL 126.5 ± 81.1 130.4 ± 74.0 130.9 ± 87.6 137.6 ± 87.8 179.5 ± 259.4 194.9 ± 175.3 < 0.001
AST, U/L 23.8 ± 10.9 23.3 ± 12.0 22.4 ± 7.1 26.0 ± 15.6 26.8 ± 16.4 39.1 ± 46.8 < 0.001
GGT, U/L 27.3 ± 23.3 29.4 ± 23.8 36.5 ± 56.7 47.4 ± 68.9 67.0 ± 112.4 153.3 ± 291.0 < 0.001
Hypertension, % 39.5 52.4 38.9 46.1 48.2 53.0 0.001
Diabetes, % 23.8 27.4 20.1 23.7 21.1 28.0 0.176
Hypercholesterolemia, % 12.9 13.0 10.7 11.8 14.0 15.2 0.683
Current smoking, % 17.3 20.2 20.1 27.6 28.1 41.7 < 0.001
Regular exercise, % 29.4 32.2 38.2 29.6 32.5 19.7 0.001
Data are means ± standard deviations.
BMI, body mass index; WC, waist circumference; SBP, systolic blood pressure; DBP, diastolic blood pressure; FBG, fasting blood glucose; HDL, 
high-density lipoprotein; AST, aspartate aminotransferase; GGT, gamma-glutamyl transferase.
*p for difference was obtained by analysis of variance for continuous variables and chi-square test for categorical variables, respectively.BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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Table 2: Characteristics According to Alcohol Consumption in Women (n = 2600)
Categories of Alcohol Consumption
Never
(n = 1577)
Former
(n = 167)
0.1-5.0 g/d
(n = 715)
5.1-10.0 g/d
(n = 60)
10.1-20.0 g/d
(n = 56)
>20.0 g/d
(n = 25)
p*
Age, y 65.8 ± 8.0 67.3 ± 7.8 62.5 ± 7.6 61.6 ± 7.5 62.3 ± 9.0 59.9 ± 7.9 < 0.001
BMI, kg/m2 24.5 ± 3.1 24.4 ± 3.0 24.5 ± 2.8 24.3 ± 2.7 24.3 ± 2.9 25.0 ± 2.6 0.908
WC, cm 91.9 ± 8.3 91.0 ± 8.4 91.0 ± 7.8 90.1 ± 6.9 91.0 ± 7.7 92.3 ± 7.7 0.065
SBP, mm Hg 120.7 ± 15.6 122.1 ± 15.9 120.0 ± 17.0 117.8 ± 13.8 118.9 ± 16.1 122.8 ± 17.0 0.354
DBP, mm Hg 71.5 ± 9.0 71.8 ± 9.3 71.6 ± 9.8 70.7 ± 10.7 71.3 ± 10.0 75.3 ± 10.4 0.449
FBG, mg/dL 104.5 ± 22.7 106.7 ± 25.4 106.3 ± 24.5 107.4 ± 25.1 100.7 ± 10.5 112.3 ± 30.3 0.118
Total cholesterol, mg/dL 201.7 ± 38.3 201.9 ± 40.5 202.6 ± 36.3 202.2 ± 37.4 195.7 ± 29.2 217.4 ± 60.7 0.310
HDL cholesterol, mg/dL 52.2 ± 11.7 50.3 ± 11.1 53.6 ± 12.6 54.9 ± 13.5 56.7 ± 11.0 59.3 ± 15.7 < 0.001
Triglycerides, mg/dL 140.6 ± 80.2 154.5 ± 101.9 143.9 ± 91.0 117.4 ± 67.0 121.6 ± 65.6 244.9 ± 406.6 < 0.001
AST, U/L 22.3 ± 9.1 24.4 ± 18.4 22.0 ± 7.1 22.7 ± 7.3 22.1 ± 5.7 24.0 ± 18.6 0.090
GGT, U/L 20.8 ± 29.5 23.2 ± 22.6 22.7 ± 21.4 32.9 ± 68.8 26.2 ± 24.3 33.9 ± 44.0 0.004
Hypertension, % 41.7 48.5 39.6 28.3 39.3 24.0 0.037
Diabetes, % 15.3 19.8 14.5 15.0 10.7 16.0 0.578
Hypercholesterolemia, % 24.5 26.3 23.5 26.7 12.5 36.0 0.225
Current smoking, % 1.5 2.4 2.5 6.7 3.6 4.0 0.060
Regular exercise, % 23.2 24.6 25.2 18.3 28.6 28.0 0.697
Data are means ± standard deviations.
BMI, body mass index; WC, waist circumference; SBP, systolic blood pressure; DBP, diastolic blood pressure; FBG, fasting blood glucose; HDL, 
high-density lipoprotein; AST, aspartate aminotransferase; GGT, gamma-glutamyl transferase.
*p for difference was obtained by analysis of variance for continuous variables and chi-square test for categorical variables, respectively.
Table 3: Relation between Alcohol Consumption and Carotid IMT Parameters in Men
Categories of Alcohol Consumption
Never
(n = 248)
Former
(n = 208)
0.1-10.0 g/d
(n = 638)
10.1-20.0 g/d
(n = 152)
20.1-40.0
g/d (n = 114)
> 40.0 g/d
(n = 132)
p¶
CCA-IMT, mm
Age-adjusted 0.805 ± 0.009 0.778 ± 0.010* 0.775 ± 0.006** 0.773 ± 0.012* 0.770 ± 0.014* 0.769 ± 0.013* 0.028
Multivariate-adjusted† 0.814 ± 0.009 0.782 ± 0.010* 0.776 ± 0.006** 0.767 ± 0.012** 0.756 ± 0.013** 0.758 ± 0.013** < 0.001
Multivariate-
adjusted+HDL‡
0.811 ± 0.009 0.778 ± 0.010* 0.775 ± 0.006** 0.769 ± 0.012** 0.762 ± 0.013** 0.769 ± 0.013** 0.009
CB-IMT, mm
Age-adjusted 0.868 ± 0.008 0.848 ± 0.009 0.843 ± 0.005** 0.842 ± 0.011* 0.850 ± 0.012 0.827 ± 0.011** 0.018
Multivariate-adjusted† 0.874 ± 0.008 0.852 ± 0.009 0.843 ± 0.005** 0.839 ± 0.010** 0.841 ± 0.012* 0.821 ± 0.011** 0.001
Multivariate-
adjusted+HDL‡
0.871 ± 0.008 0.848 ± 0.009 0.842 ± 0.005** 0.841 ± 0.010* 0.847 ± 0.012 0.832 ± 0.012** 0.038
Higher CCA-IMT§
Prevalence, % 27.8 24.5 19.1 17.1 16.7 12.1 < 0.001
Age-adjusted 1 0.83 (0.54-1.28) 0.72 (0.51-1.03) 0.64 (0.38-1.08) 0.64 (0.36-1.14) 0.47 (0.26-0.85)* 0.007
Multivariate-adjusted† 1 0.78 (0.50-1.22) 0.68 (0.47-0.98)* 0.56 (0.32-0.95)* 0.50 (0.28-0.92)* 0.38 (0.20-0.71)* 0.001
Multivariate-
adjusted+HDL‡
1 0.78 (0.49-1.22) 0.68 (0.47-0.99)* 0.57 (0.33-0.98)* 0.53 (0.29-0.98)* 0.41 (0.21-0.78)* 0.004
Data are means ± standard error of mean or odds ratios (95% confidence interval).
*p < 0.05, **p < 0.01: compared with never-drinkers.
†Analysis adjusted for age, body mass index, waist circumference, smoking status, exercise, systolic blood pressure, diastolic blood pressure, total 
cholesterol, triglycerides (log transformed), fasting glucose, use of medication for hypertension, use of medication for diabetes, and use of 
medication for hyperlipidemia.
‡Analysis additionally adjusted for HDL cholesterol.
§CCA-IMT ≥ 1.0 mm.
¶p for linear trend was obtained by analysis of covariance or logistic regression using the categories of alcohol consumption as a continuous variable 
(excluding former drinkers).BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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men (p for linear trend = 0.003 and 0.080, respectively).
When we added HDL cholesterol or the CCA-IMT in the
multivariate model, the relationship between alcohol
intake and carotid plaques remained significant (p for lin-
ear trend = 0.049 and 0.027, respectively). Multivariate
plus HDL cholesterol-adjusted and multivariate plus
CCA-IMT-adjusted ORs for carotid plaques were signifi-
cantly higher only in men who consumed >40.0 g/d (OR
= 1.72, 95% CI = 1.06-2.79 and OR = 1.81, 95% CI = 1.13-
2.91, respectively). However, no significant relationship
between alcohol consumption and carotid plaques was
observed in women (Table 6).
Alcohol consumption and CCA-diameter
The CCA-diameter was significantly greater in men (7.979
± 0.854 mm) than in women (7.514 ± 0.733 mm). Alco-
hol consumption was positively correlated with CCA-
diameter in the age-adjusted model for both sexes (p for
linear trend <0.001 for men and 0.035 for women)
(Tables 5, 6). In the multivariate-adjusted model, the
association remained significant in men but was only bor-
derline significant in women (p for linear trend = 0.005
for men and 0.051 for women). When we added HDL
cholesterol to the multivariate model, the relationship
between alcohol intake and CCA-diameter remained sig-
nificant in both men and women (p for linear trend =
0.006 and 0.036, respectively). Furthermore, when CCA-
IMT and carotid plaques were added into the multivariate
model, the association between alcohol consumption and
CCA-diameter also remained statistically significant for
men and women (p for linear trend <0.001 for men and
0.020 for women). In men, the CCA-diameter in all the
alcohol consumption categories, even former drinkers,
was significantly larger than that of nondrinkers. In con-
trast, a significant increase in the CCA-diameter was found
only in women consuming >20 g/d compared to non-
drinkers (Table 6).
Discussion
The results of our study suggest that after controlling for
multiple risk factors, high alcohol consumption is associ-
ated with a decrease in CCA-IMT and an increase in the
occurrence of carotid plaques in men. Neither CCA-IMT
nor carotid plaques were correlated with alcohol intake in
women. However, we observed that CCA diameter was
positively correlated with alcohol intake independent of
conventional cardiovascular risk factors in both men and
women.
The relationship between alcohol consumption and
carotid atherosclerosis is unclear. Several population-
based epidemiologic studies have investigated the effects
of alcohol consumption on carotid atherosclerosis, but
their findings were not in agreement. The Cardiovascular
Health Study of 5888 adults aged 65 years and older [11]
found an inverse relationship between alcohol consump-
tion and carotid atherosclerosis in subjects who con-
sumed 1-6 drinks per week (equalling <15 g/d), whereas
Table 4: Relation between Alcohol Consumption and Carotid IMT Parameters in Women
Categories of Alcohol Consumption
Never
(n = 1577)
Former
(n = 167)
0.1-5.0 g/d
(n = 715)
5.1-10.0 g/d
(n = 60)
10.1-20.0 g/d
(n = 56)
>20.0 g/d
(n = 25)
p¶
CCA-IMT, mm
Age-adjusted 0.731 ± 0.003 0.735 ± 0.010 0.730 ± 0.005 0.737 ± 0.017 0.729 ± 0.017 0.721 ± 0.026 0.691
Multivariate-adjusted† 0.732 ± 0.003 0.736 ± 0.010 0.729 ± 0.005 0.735 ± 0.016 0.730 ± 0.017 0.707 ± 0.025 0.364
Multivariate-adjusted+HDL‡ 0.731 ± 0.003 0.734 ± 0.010 0.730 ± 0.005 0.735 ± 0.016 0.735 ± 0.017 0.715 ± 0.025 0.608
CB-IMT, mm
Age-adjusted 0.789 ± 0.003 0.787 ± 0.009 0.788 ± 0.005 0.792 ± 0.016 0.778 ± 0.016 0.763 ± 0.024 0.225
Multivariate-adjusted† 0.790 ± 0.003 0.787 ± 0.009 0.787 ± 0.004 0.790 ± 0.015 0.779 ± 0.016 0.751 ± 0.024 0.087
Multivariate-adjusted+HDL‡ 0.790 ± 0.003 0.785 ± 0.009 0.788 ± 0.004 0.790 ± 0.015 0.783 ± 0.016 0.759 ± 0.024 0.189
Higher CCA-IMT§
Prevalence, % 13.3 17.4 10.1 11.7 10.7 8.0 0.037
Age-adjusted 1 1.25 (0.81-1.93) 0.95 (0.71-1.28) 1.22 (0.54-2.79) 0.98 (0.40-2.37) 0.89 (0.20-3.95) 0.867
Multivariate-adjusted† 1 1.28 (0.82-2.00) 0.94 (0.69-1.27) 1.34 (0.59-3.08) 1.04 (0.42-2.54) 0.78 (0.17-3.64) 0.846
Multivariate-adjusted+HDL‡ 1 1.20 (0.77-1.89) 0.99 (0.73-1.34) 1.39 (0.60-3.20) 1.21 (0.49-2.99) 0.99 (0.22-4.53) 0.743
Data are means ± standard error of mean or odds ratios (95% confidence interval).
*p < 0.05, **p < 0.01: compared with never-drinkers.
† Analysis adjusted for age, body mass index, waist circumference, smoking status, exercise, systolic blood pressure, diastolic blood pressure, total 
cholesterol, triglycerides (log transformed), fasting glucose, use of medication for hypertension, use of medication for diabetes, and use of 
medication for hyperlipidemia.
‡Analysis additionally adjusted for HDL cholesterol.
§CCA-IMT ≥1.0 mm.
¶p for linear trend was obtained by analysis of covariance or logistic regression using the categories of alcohol consumption as a continuous variable 
(excluding former drinkers).BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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the correlation was positive for subjects who consumed
14 or more drinks per week (equalling >30 g/d). The
Study of Health in Pomerania [13] reported a J-shaped
relationship between alcohol consumption and carotid
IMT in men but not in women. The Portugal study [12],
found a lower incidence of carotid plaque in moderate
drinkers (101-300 ml/wk), suggesting that moderate alco-
hol consumption has an anti-atherogenic effect. The
results from cross-sectional and longitudinal data in the
Bruneck Study [9,10] showed a J-shaped relationship
between regular alcohol intake and carotid atherosclerosis
as defined by plaque and vessel stenosis. In contrast, the
Cardiovascular Risk in Young Finns Study [21] found that
alcohol consumption was positively associated with
carotid IMT in young adults aged 24-39 years after con-
trolling for age, sex, and cardiovascular risk factors. This
finding suggests that alcohol consumption has a pro-
atherogenic effect. However, the ARIC study [14] did not
observe a cross-sectional association between current
alcohol consumption and carotid IMT. The NHLBI Family
Heart Study [15] and the Three-City Study [16] did not
find a significant relationship between alcohol intake and
carotid IMT. The results of our study differed from those
of previous studies. We did not find the J-shaped associa-
tion between alcohol consumption and carotid athero-
sclerosis described by several epidemiologic studies.
Instead, we observed a linear decrease in carotid IMT and
a linear increase in carotid plaques with alcohol intake in
men, but not women. We believe that this discrepancy
may be explained, at least in part, by differences in histo-
logical characteristics and the stage of carotid atheroscle-
rosis under study. Several epidemiologic studies have
shown that the natural history, pattern of risk factors, and
the prediction of cardiovascular events are different for
carotid IMT and carotid plaques, even though they share
many common atherosclerotic risk factors [22,23]. In our
study, alcohol consumption was inversely related to CCA-
IMT in men, suggesting that increased alcohol consump-
tion has a beneficial effect early in the atherosclerotic
process. In contrast, alcohol consumption was positively
correlated with the occurrence of carotid plaques. A higher
incidence of carotid plaques was observed in heavy drink-
ers compared to nondrinkers, suggesting that increased
alcohol consumption has a harmful effect on later stages
of atherosclerosis. Recent studies have reported that
carotid plaques are a better predictor of coronary artery
disease, including myocardial infarction, than IMT
[24,25]. Therefore, the effects of alcohol consumption on
the progression of carotid IMT and carotid plaques should
be carefully investigated in prospective epidemiologic
studies.
Table 5: Relation between Alcohol Consumption and Carotid Plaques, CCA-diameter in Men
Categories of Alcohol Consumption
Never
(n = 248)
Former
(n = 208)
0.1-10.0 g/d
(n = 638)
10.1-20.0
g/d (n = 152)
20.1-40.0 g/d
(n = 114)
> 40.0 g/d
(n = 132)
p ∫
Carotid plaques
Prevalence, % 46.4 55.8 42.5 46.7 45.6 56.1 0.125
Age-adjusted 1 1.48 (1.01-2.17)* 0.99 (0.73-1.35) 1.22 (0.81-1.86) 1.18 (0.75-1.87) 1.97 (1.27-3.07)** 0.003
Multivariate-adjusted† 1 1.46 (0.98-2.16) 1.02 (0.74-1.40) 1.17 (0.76-1.80) 1.08 (0.67-1.75) 1.64 (1.03-2.62)* 0.080
Multivariate-
adjusted+HDL‡
1 1.45 (0.98-2.15) 1.03 (0.75-1.41) 1.19 (0.77-1.84) 1.12 (0.69-1.81) 1.72 (1.06-2.79)* 0.049
Multivariate-
adjusted+CCA-IMT§
1 1.54 (1.03-2.29)* 1.09 (0.79-1.51) 1.25 (0.81-1.94) 1.20 (0.74-1.95) 1.81 (1.13-2.91)* 0.027
CCA-diameter, mm
Age-adjusted 7.797 ± 0.053 7.997 ± 0.058** 7.925 ± 0.033* 8.113 ± 0.067** 8.166 ± 0.077** 8.241 ± 0.072** <0.001
Multivariate-adjusted† 7.883 ± 0.047 8.001 ± 0.051 7.961 ± 0.029 8.013 ± 0.059 8.061 ± 0.068* 8.092 ± 0.066** 0.005
Multivariate-
adjusted+HDL‡
7.881 ± 0.047 7.999 ± 0.051 7.960 ± 0.029 8.014 ± 0.059 8.065 ± 0.068* 8.099 ± 0.066** 0.006
Multivariate-
adjusted+CCA-IMT, 
plaques¶
7.838 ± 0.045 7.990 ± 0.048* 7.968 ± 0.027* 8.029 ± 0.056** 8.095 ± 0.065** 8.108 ± 0.062** <0.001
Data are means ± standard error of mean or odds ratios (95% confidence interval).
*p < 0.05, **p < 0.01: compared with never-drinkers.
† Analysis adjusted for age, body mass index, waist circumference, smoking status, exercise, systolic blood pressure, diastolic blood pressure, total 
cholesterol, triglycerides (log transformed), fasting glucose, use of medication for hypertension, use of medication for diabetes, and use of 
medication for hyperlipidemia.
‡ Analysis additionally adjusted for HDL cholesterol.
§Analysis additionally adjusted for CCA-IMT.
¶Analysis additionally adjusted for CCA-IMT and carotid plaques.
∫p for linear trend was obtained by analysis of covariance or logistic regression using the categories of alcohol consumption as a continuous variable 
(excluding former drinkers).BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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Most previous studies have focused on the role of arterial
luminal enlargement in compensating for thickening of
the arterial wall. Some studies have suggested that the
carotid artery may enlarge to compensate for arterial wall
thickening and plaque formation to stabilize the shear
stress caused at the interface between blood and the arte-
rial endothelium occurring in the early stages of athero-
sclerosis [26-29].
Many studies have reported that arterial diameter is corre-
lated with cardiovascular risk factors, such as systolic
blood pressure, body mass index, smoking, alcohol con-
sumption, blood lipids, and carotid artery IMT [17-
19,30,31]. Furthermore, carotid enlargement has been
considered as a surrogate end point of cardiovascular
events. The Rotterdam Study reported a positive associa-
tion of carotid lumen diameter with acute myocardial inf-
arctions [32]. A larger lumen in diastole might reflect a
lesser intrinsic vessel elasticity and thus a stiffer vessel,
which might explain the positive association. The Three-
City Study found that the increase in carotid distension
was significantly predictive of CHD occurrence independ-
ently of age, sex, brachial and carotid PPs, heart rate, anti-
hypertensive drugs, CCA-IMT, carotid plaques, and other
major cardiovascular risk factors [33].
Most studies investigating the relationship between alco-
hol consumption and carotid atherosclerosis use carotid
IMT and atherosclerotic plaques as surrogate markers of
carotid atherosclerosis. Few studies have specifically
examined the relationship between alcohol consumption
and carotid artery diameter [16-19]. The Suita Study [18]
and the EVA Study [17] reported a significant positive cor-
relation between alcohol consumption and both outer
and inner CCA diameters. In the Three-City Study [16],
CCA-lumen diameter was positively correlated with alco-
hol consumption in both men and women after control-
ling for multiple risk factors, although no marked
relationships of alcohol intake and carotid atherosclerosis
were found. Moreover, when CCA-IMT and carotid
plaques were added to the multivariate model, the rela-
tionship between alcohol consumption and CCA diame-
ter remained statistically significant. Our results show that
alcohol consumption is associated with enlarged arterial
diameter even after multivariate adjustment for classical
cardiovascular risk factors. The results of our study agree
with those of several studies showing a positive associa-
tion between alcohol intake and carotid diameter. We
measured the outer diameter (distance between the two
leading edges of the far wall and the near wall periadven-
titia-to-adventitia interfaces), but the results were similar
for the inner diameter (distance between the two leading
edges of the far wall and near wall intima-lumen inter-
faces) (data not shown). In our study, the relationship
between alcohol consumption and CCA diameter was sta-
tistically significant after controlling for CCA-IMT and
Table 6: Relation between Alcohol Consumption and Carotid Plaques, CCA-diameter in Women
Categories of Alcohol Consumption
Never
(n = 1577)
Former
(n = 167)
0.1-5.0 g/d
(n = 715)
5.1-10.0 g/d
(n = 60)
10.1-20.0
g/d (n = 56)
>20.0 g/d
(n = 25)
p ∫
Carotid plaques
Prevalence, % 46.4 55.8 42.5 46.7 45.6 56.1 0.222
Age-adjusted 1 1.27 (0.89-1.81) 1.14 (0.92-1.41) 0.65 (0.31-1.36) 1.18 (0.62-2.23) 1.34 (0.52-3.46) 0.365
Multivariate-adjusted† 1 1.23 (0.85-1.77) 1.09 (0.87-1.36) 0.70 (0.33-1.47) 1.18 (0.62-2.27) 1.19 (0.45-3.18) 0.590
Multivariate-adjusted+HDL‡ 1 1.20 (0.83-1.74) 1.11 (0.89-1.38) 0.71 (0.34-1.48) 1.24 (0.65-2.38) 1.29 (0.48-3.44) 0.434
Multivariate-adjusted+CCA-
IMT§
1 1.23 (0.85-1.78) 1.09 (0.88-1.37) 0.69 (0.33-1.45) 1.19 (0.62-2.28) 1.25 (0.47-3.36) 0.566
CCA-diameter, mm
Age-adjusted 7.492 ± 0.017 7.587 ± 0.052 7.530 ± 0.026 7.529 ± 0.087 7.544 ± 0.090 7.788 ± 0.135* 0.035
Multivariate-adjusted† 7.497 ± 0.016 7.577 ± 0.048 7.523 ± 0.023 7.547 ± 0.080 7.531 ± 0.082 7.749 ± 0.123* 0.051
Multivariate-adjusted+HDL‡ 7.496 ± 0.016 7.572 ± 0.048 7.525 ± 0.023 7.547 ± 0.080 7.539 ± 0.082 7.764 ± 0.123* 0.036
Multivariate-adjusted+CCA-
IMT, plaques¶
7.496 ± 0.015 7.569 ± 0.046 7.526 ± 0.022 7.544 ± 0.076 7.532 ± 0.078 7.784 ± 0.118* 0.020
Data are means ± standard error of mean or odds ratios (95% confidence interval).
*p < 0.05, **p < 0.01: compared with never-drinkers.
†Analysis adjusted for age, body mass index, waist circumference, smoking status, exercise, systolic blood pressure, diastolic blood pressure, total 
cholesterol, triglycerides (log transformed), fasting glucose, use of medication for hypertension, use of medication for diabetes, and use of 
medication for hyperlipidemia.
‡Analysis additionally adjusted for HDL cholesterol.
§Analysis additionally adjusted for CCA-IMT.
¶Analysis additionally adjusted for CCA-IMT and carotid plaques.
∫p for linear trend was obtained by analysis of covariance or logistic regression using the categories of alcohol consumption as a continuous variable 
(excluding former drinkers).BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
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carotid plaques in the multivariate model. We confirmed
that carotid artery enlargement in response to alcohol
consumption is independent of carotid atherosclerosis,
which was suggested by the Three-City Study. This finding
indicates that alcohol can produce adaptive enlargement
to protect the lumen from shear stress [16].
A potential weakness of epidemiologic studies on alcohol
consumption is that self-reporting of alcohol use may not
be accurate. A criticism of self-reporting is that it may lead
to an underestimation of alcohol consumption, particu-
larly by heavy drinkers. In this study, we validated self-
reports of alcohol consumption by comparing alcohol
intake with biochemical parameters such as AST, GGT,
HDL cholesterol, and smoking habits, which are corre-
lated with alcohol use [13]. Alcohol consumption was
positively associated with AST, GGT, HDL cholesterol,
and current smoking in men and positively associated
with GGT and HDL cholesterol in women.
Strengths and limitations
This study has several strengths. First, this study included
a relatively large sample size. Second, we separated former
drinkers who had stopped drinking for health or other
reasons from nondrinkers. Former drinkers have different
characteristics from nondrinkers, and analyzing their data
separately provided more accurate results. Third, we meas-
ured the arterial IMT in both the common carotid and
carotid bulb segments. Most previous studies have used
the CCA-IMT as a marker for carotid atherosclerosis
because it is highly reproducible and simple. However, we
observed a similar correlation between alcohol intake and
CCA-IMT and CB-IMT. Fourth, HDL cholesterol levels
were controlled for in all analyses because it may indi-
rectly affect alcohol use and carotid atherosclerosis. Simi-
lar results were observed in the adjusted multivariate
model, suggesting direct effects of alcohol intake on
carotid artery structure.
This study has certain limitations. First, an important lim-
itation of our study is the low response rate (24.3%) of the
residents of the study area, despite numerous contacts by
telephone requesting participation. It is possible that
many potential respondents overlooked the telephone
invitations. The response rate of this study was considera-
bly lower than that reported in other studies; it has been
higher than 60% in some major studies. It is possible that
a response rate of less than 30% does not reflect the status
of the entire population. Second, we could not make
causal inferences between alcohol consumption and
modification of carotid arterial structure because of the
cross-sectional design. Third, young adults aged 20-49
years old were not included in this study. Because the
amount and frequency of alcohol consumption is gener-
ally lower for older adults than for younger adults in
Korea, the strength of the relationship between alcohol
consumption and carotid atherosclerosis might increase
when young adults are included in the study population.
Fourth, we determined the maximal IMT value at each
arterial segment by a single maximal point selection,
rather than the mean of multiple measurements. Single-
point measurement of the IMT of each segment is more
prone to measurement error than an average value of mul-
tiple measurements. Moreover, because we measured the
IMT value manually, the reproducibility of our study was
lower than that of other studies using automated edge-
tracking software. Fifth, the absence of an association
between alcohol intake and carotid atherosclerosis in
women may be explained by the fact that women con-
sume less alcohol than men. In addition, women drinking
alcohol is not generally accepted in the Korean culture,
and we speculate that underreporting would be higher
among women than men. These measurement errors
might have affected the relationship between alcohol con-
sumption and CCA-IMT and carotid plaques in women.
Conclusion
We conclude that self-reported alcohol consumption is
inversely related to arterial wall thickening and positively
correlated with the presence of carotid plaques in men but
not in women. However, alcohol intake is positively cor-
related with CCA-diameter in both men and women.
Additional large population-based prospective studies are
needed to confirm the effects of alcohol consumption on
carotid artery structure.
Competing interests
The authors declare that they have no competing interests.
Authors' contributions
YHL carried out physical examinations, analyzed the data,
and drafted the manuscript. MHS and SSK coordinated
the data collection and also performed physical examina-
tions. SWC, HYK, SYR, and BHK conducted physical
measurements and collected data. JAR and JSC partici-
pated in the design of the study, the data collection, and
reviewed the manuscript. All authors read and approved
the final manuscript to be published.
References
1. Fagrell B, De Faire U, Bondy S, Criqui M, Gaziano M, Gronbaek M,
Jackson R, Klatsky A, Salonen J, Shaper AG: The effects of light to
moderate drinking on cardiovascular diseases.  J Intern Med
1999, 246:331-340.
2. Corrao G, Rubbiati L, Bagnardi V, Zambon A, Poikolainen K: Alcohol
and coronary heart disease: a meta-analysis.  Addiction 2000,
95:1505-1523.
3. Di Castelnuovo A, Costanzo S, Bagnardi V, Donati MB, Iacoviello L,
de Gaetano G: Alcohol dosing and total mortality in men and
women: an updated meta-analysis of 34 prospective studies.
Arch Intern Med 2006, 166:2437-2445.
4. O'Keefe JH, Bybee KA, Lavie CJ: Alcohol and cardiovascular
health: the razor-sharp double-edged sword.  J Am Coll Cardiol
2007, 50:1009-1014.Publish with BioMed Central    and   every 
scientist can read your work free of charge
"BioMed Central will be the most significant development for 
disseminating the results of biomedical research in our lifetime."
Sir Paul Nurse, Cancer Research UK
Your research papers will be:
available free of charge to the entire biomedical community
peer reviewed and published  immediately upon acceptance
cited in PubMed and archived on PubMed Central 
yours — you keep the copyright
Submit your manuscript here:
http://www.biomedcentral.com/info/publishing_adv.asp
BioMedcentral
BMC Public Health 2009, 9:358 http://www.biomedcentral.com/1471-2458/9/358
Page 10 of 10
(page number not for citation purposes)
5. Bots ML, Hoes AW, Koudstaal PJ, Hofman A, Grobbee DE: Com-
mon carotid intima-media thickness and risk of stroke and
myocardial infarction: the Rotterdam Study.  Circulation 1997,
96:1432-1437.
6. Chambless LE, Heiss G, Folsom AR, Rosamond W, Szklo M, Sharrett
AR, Clegg LX: Association of coronary heart disease incidence
with carotid arterial wall thickness and major risk factors:
the Atherosclerosis Risk in Communities (ARIC) Study,
1987-1993.  Am J Epidemiol 1997, 146:483-494.
7. O'Leary DH, Polak JF, Kronmal RA, Manolio TA, Burke GL, Wolfson
SK Jr: Carotid-artery intima and media thickness as a risk fac-
tor for myocardial infarction and stroke in older adults. Car-
diovascular Health Study Collaborative Research Group.  N
Engl J Med 1999, 340:14-22.
8. Lorenz MW, Markus HS, Bots ML, Rosvall M, Sitzer M: Prediction
of clinical cardiovascular events with carotid intima-media
thickness: a systematic review and meta-analysis.  Circulation
2007, 115:459-467.
9. Kiechl S, Willeit J, Egger G, Oberhollenzer M, Aichner F: Alcohol
consumption and carotid atherosclerosis: evidence of dose-
dependent atherogenic and antiatherogenic effects. Results
from the Bruneck Study.  Stroke 1994, 25:1593-1598.
10. Kiechl S, Willeit J, Rungger G, Egger G, Oberhollenzer F, Bonora E:
Alcohol consumption and atherosclerosis: What is the rela-
tion? Prospective Results from the Bruneck Study.  Stroke
1998, 29:900-907.
11. Mukamal KJ, Kronmal RA, Mittleman MA, O'Leary DH, Polak JF,
Cushman M, Siscovick DS: Alcohol consumption and carotid
atherosclerosis in older adults: the Cardiovascular Health
Study.  Arterioscler Thromb Vasc Biol 2003, 23:2252-2259.
12. Damiani IT, Gagliardi RJ, Scaff M: The influence of ethanol in alco-
holic beverages in extracranial carotid arteries atherosclero-
sis.  Arq Neuropsiquiatr 2004, 62:1022-1026.
13. Schminke U, Luedemann J, Berger K, Alte D, Mitusch R, Wood WG,
Jaschinski A, Barnow S, John U, Kessler C: Association between
alcohol consumption and subclinical carotid atherosclerosis:
the Study of Health in Pomerania.  Stroke 2005, 36:1746-1752.
14. Demirovic J, Nabulsi A, Folsom AR, Carpenter MA, Szklo M, Sorlie
PD, Barnes RW: Alcohol consumption and ultrasonographi-
cally assessed carotid artery wall thickness and distensibility.
The Atherosclerosis Risk in Communities (ARIC) Study
Investigators.  Circulation 1993, 88:2787-2793.
15. Djoussé L, Myers RH, Province MA, Hunt SC, Eckfeldt JH, Evans G,
Peacock JM, Ellison RC: Influence of apolipoprotein E, smoking,
and alcohol intake on carotid atherosclerosis: National
Heart, Lung, and Blood Institute Family Heart Study.  Stroke
2002, 33:1357-1361.
16. Zureik M, Gariépy J, Courbon D, Dartigues JF, Ritchie K, Tzourio C,
Alpérovitch A, Simon A, Ducimetière P: Alcohol consumption and
carotid artery structure in older French adults: the Three-
City Study.  Stroke 2004, 35:2770-2775.
17. Bonithon-Kopp C, Touboul PJ, Berr C, Magne C, Ducimetière P: Fac-
tors of carotid arterial enlargement in a population aged 59
to 71 years: the EVA study.  Stroke 1996, 27:654-660.
18. Mannami T, Baba S, Ogata J: Potential of carotid enlargement as
a useful indicator affected by high blood pressure in a large
general population of a Japanese city: the Suita study.  Stroke
2000, 31:2958-2965.
19. Kawamoto R, Tomita H, Oka Y, Ohtsuka N: Association between
risk factors and carotid enlargement.  Intern Med 2006,
45:503-509.
20. Roman MJ, Naqvi TZ, Gardin JM, Gerhard-Herman M, Jaff M, Mohler
E: Clinical application of noninvasive vascular ultrasound in
cardiovascular risk stratification: a report from the Ameri-
can Society of Echocardiography and the Society for Vascu-
lar Medicine and Biology.  Vasc Med 2006, 11:201-211.
21. Juonala M, Viikari JS, Kähönen M, Laitinen T, Taittonen L, Loo BM, Jula
A, Marniemi J, Räsänen L, Rönnemaa T, Raitakari OT: Alcohol con-
sumption is directly associated with carotid intima-media
thickness in Finnish young adults The Cardiovascular Risk in
Young Finns Study.  Atherosclerosis 2008, 204:e93-98.
22. Touboul PJ, Hennerici MG, Meairs S, Adams H, Amarenco P, Born-
stein N, Csiba L, Desvarieux M, Ebrahim S, Fatar M, Hernandez Her-
nandez R, Jaff M, Kownator S, Prati P, Rundek T, Sitzer M, Schminke
U, Tardif JC, Taylor A, Vicaut E, Woo KS, Zannad F, Zureik M: Man-
nheim carotid intima-media thickness consensus (2004-
2006). An update on behalf of the Advisory Board of the 3rd
and 4th Watching the Risk Symposium, 13th and 15th Euro-
pean Stroke Conferences, Mannheim, Germany, 2004, and
Brussels, Belgium, 2006.  Cerebrovasc Dis 2007, 23:75-80.
23. Zureik M, Ducimetière P, Touboul PJ, Courbon D, Bonithon-Kopp C,
Berr C, Magne C: Common carotid intima-media thickness
predicts occurrence of carotid atherosclerotic plaques: lon-
gitudinal results from the Aging Vascular Study (EVA) study.
Arterioscler Thromb Vasc Biol 2000, 20:1622-1629.
24. Spence JD: Technology Insight: ultrasound measurement of
carotid plaque--patient management, genetic research, and
therapy evaluation.  Nat Clin Pract Neurol 2006, 2:611-619.
25. Brook RD, Bard RL, Patel S, Rubenfire M, Clarke NS, Kazerooni EA,
Wakefield TW, Henke PK, Eagle KA: A negative carotid plaque
area test is superior to other noninvasive atherosclerosis
studies for reducing the likelihood of having underlying sig-
nificant coronary artery disease.  Arterioscler Thromb Vasc Biol
2006, 26:656-662.
26. Glagov S, Weisenberg E, Zarins CK, Stankunavicius R, Kolettis GD:
Compensatory enlargement of human atherosclerotic coro-
nary arteries.  N Engl J Med 1987, 316:1271-1275.
27. Zarins CK, Zarins MA, Giddens DP, Ku DN, Glagov S: Shear stress
regulation of artery lumen diameter in experimental athero-
genesis.  J Vasc Surg 1987, 5:413-420.
28. Crouse JR, Goldbourt U, Evans G, Pinsky J, Sharrett AR, Sorlie P, Riley
W, Heiss G, for the ARIC Investigators: Arterial enlargement in
the Atherosclerosis Risk in Communities (ARIC) cohort: in
vivo quantification of carotid arterial enlargement.  Stroke
1994, 25:1354-1359.
29. Labropoulos N, Zarge J, Mansour MA, Kang SS, Baker WH: Com-
pensatory arterial enlargement is a common pathobiologic
response in early atherosclerosis.  Am J Surg 1998, 176:140-143.
30. Jensen-Urstad K, Jensen-Urstad M, Johansson J: Carotid artery
diameter correlates with risk factors for cardiovascular dis-
ease in a population of 55-year-old subjects.  Stroke 1999,
30:1572-1576.
31. Ruan L, Chen W, Srinivasan SR, Sun M, Wang H, Toprak A, Berenson
GS: Correlates of common carotid artery lumen diameter in
black and white younger adults the Bogalusa Heart Study.
Stroke 2009, 40:702-707.
32. Bots ML, Grobbee DE, Hofman A, Witteman JC: Common carotid
intima-media thickness and risk of acute myocardial infarc-
tion: the role of lumen diameter.  Stroke 2005, 36:762-767.
33. Leone N, Ducimetière P, Gariépy J, Courbon D, Tzourio C, Dartigues
JF, Ritchie K, Alpérovitch A, Amouyel P, Safar ME, Zureik M: Disten-
sion of the carotid artery and risk of coronary events the
three-city study.  Arterioscler Thromb Vasc Biol 2008, 28:1392-1397.
Pre-publication history
The pre-publication history for this paper can be accessed
here:
http://www.biomedcentral.com/1471-2458/9/358/pre
pub